These experiments examined the contribution of noradrenergic neurons in the nucleus of the solitary tract (NTS) in mediating the memory-facilitating effects of epinephrine. In Experiment 1, saline or 0.05 or 0.1 mg/kg of epinephrine was given intraperitoneally (ip) to rats after the second day of training in a light-dark Y-maze discrimination task. On a 20-trial retention test given 2 and 7 days later, the 0.1 mg/kg epinephrine group made significantly more correct responses than controls and required fewer trials to reach criterion. In Experiment 2, phosphate-buffered saline or the noradrenergic antagonist DL-propranolol (0.3 or 1.0 g/0.5 l) was infused into the NTS prior to an ip injection of saline or 0.1 mg/kg of epinephrine. The memory-enhancing effects of epinephrine were attenuated by the infusion of 0.3 g/0.5 l of DL-propranolol into the NTS. These findings indicate an involvement of NTS noradrenergic neurons in mediating the effects of peripheral epinephrine on memory storage processes. ᭧
INTRODUCTION
The findings from several experiments demonstrate that posttraining injection of epinephrine modulates memory for learning experiences that induce emotional arousal (Gold & van Buskirk, 1976; Liang, Juler, & McGaugh, 1986; Williams & McGaugh, 1993; Liang, Chen, & Huang, 1995) . The facilitory effects of epinephrine are thought to be mediated by noradrenergic activation of the amygdala. This view is derived from experiments demonstrating that lesioning the amygdala (Cahill & McGaugh, 1991) or blocking ␤-noradrenergic receptors in this structure (Liang et al., 1986 (Liang et al., , 1995 attenuates the actions of epinephrine on memory. Although the mnemonic effects of epinephrine have been documented and established by these experiments, the mechanism by which this hormone affects CNS structures involved in memory is unclear because epinephrine
